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Abstract

Hepatitis B virus (HBV) infection remains one of the most important public health problems world-
wide. In recent years, with the continuous optimization of antiviral drugs and treatment strategies,
some patients with chronic HBV infection have good antiviral efficacy based on Pegylated Inter-
feron (Peg-IFN). Some patients may even be clinically cured (hepatitis B surface antigen (HBsAg)
negative with or without hepatitis B surface antibody, HBsAb, HBV DNA is undetectable and liver
biochemical markers are normal and HBsAg seroclearance was durable. The risk of adverse events
related to chronic HBV infection is significantly reduced, and the long-term prognosis of chronic
HBV infection is improved. In addition, with the continuous clarification, improvement and opti-
mization of clinical staging diagnosis conditions of chronic HBV infection and the change of diag-
nosis and treatment needs of chronic HBV infected people, more and more chronic HBV infected
people pursue clinical cure, so as to improve long-term prognosis. Therefore, this paper intends to
discuss the current research status of Peg-IFN therapy based on the clinical staging of the latest
chronic HBV infection.
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1. 51§

IEH, BEOR[LIRIE AER 2022 A1 2.575 /L NS HBV, 4Bk HBV AT RN 3.2%. 48k
TR 2 W AR ST 2353 7518 14%F1 8%. T+ [H 1) HBV Jit1T % 4 5.6%, HBsAg FH1%: Nk 7974.7
Jis OB R MW RIG YT R 5r BN 24%F1 15%. B60 B /7 P 58 4BR 2B 58 59 1 s 4R 8 ok
. FARRAAE HBV B NFEDUR BRI IS RE . DU 8 SRS BRI KRG @2 B AT E A 8. H
HIHIPT HBV 259 5 B4 5 K2 4 (R) 25 25 (Nucleos (t)ide Analogues, NAs) AT & (Interferon, IFN);
NAs FZEHIHIE 8 0] 177 IFN 0 T 50 28 A0 TR S DIRE[2]. NAs /E R —Fh s e sl il 551,
AT EREANH] HBV MR BGUREIEM: T IFN AE Ny —Fh e 5577, ml@E B e 4if o e (2
BERIER (R IE 15T IS 2 FE SIE B  AE Z MEUR R A SR TTER T HBY & s, it
T 768 1) G 28 R 15 A0 B2 OB AR FH[3]. KB H AT T CHB B HIERIT I IFN EEA R L _FET
Pt Z (Pegylated Interferon, Peg-IFN)FIH-IE IFN; & IFN J857 78 FRAIK £ 8 B 28 9 B3 3K T P& (Hepatitis B
surface Antigen, HBsSAQ) /KT 77 THI G RT3 ik 2 s 70 B8 52 T Peg-IFN VY7 W RAR IR IRTG & N T #Em
ARG &2, S TG, PUREHRIT SRS IEEAW 8B S ol ok, T EE, 129 HBV B
— T VU EA, Al IR e RETERR I iR AR S S A[2]. BRI, AR E R
AFEPR 73 BA18 M HBV B35 3T Peg-IFN HIVEIT AR .

2. 181 HBV BERIGK TR

KIE B TR R [2]4R R 18 1 HBY RALAT 2 AU, il i3 . Sereil bRl sepeditiliy]
AEHEBIY, 2 HIEAREIE 21004 1 o
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Table 1. Natural history stages and characteristics of chronic HBV infection
< 1. 181 HBV BB AL 7 EIRIFE

HBsAg HBV DNA N
4 (1U/mL) HBeAg (u/mL) ALT JFF R B

HBeAg BH%: 18 HBV JEkijL

T, THHE HBY 52 A) >1 x 10% + >2 x 107 <EHE LR R RERIER A %Ak

HBeAg [ CHB e - AR RAESE
AR ST ) * * v REERETH RIS LTI
HBeAg [ 11 HBV ik N -
CEEZI. e b, ax10® - - <Ef g oA RELRIE,
JEIE P HBSAQ MBI As A AR A

HBeAg 14 CHB e e . A7 W RAERSE

(i) * - v HEEREGHRE AR LA

VE: CBIIF A E e PU: Hepatitis B e antigen, HBeAg; Z AT %% DNA: Hepatitis B Virus Deoxyribonucleic
Acid, HBV DNA; A% HEF: Alanine Aminotransferase, ALT; dEiGEBh1IE: HBsAg #H5R4s: Inactive HBsAg Car-
rier, IHC,

3. FEIEKSEABY HBYV BEE ET Peg-IFN JATTHIK
3.1. HBeAg BA1¥ CHB BEET Peg-IFN HiRETH

2022 [H PR SE (18 2T R PR e ) fa i, HBeAg Mtk CHB &35 151k NAs HEATHURRIET ;
By B T 6 Peg-IFN V497 [2]. O fF KEFFU[4] [51R L NAs 2434 H 3515 HBeAg Ik 25 it CHB
B Peg-IFN JUE ¥GYT 48 FEL 96 i JG, R E 14N HBsAQ 5. FIFER, Wu [6125IHF L9
195 f] NAs £:¥f J5 HBsAg < 1500 IU/m.HBV DNA < 1.0 x 102 IU/mL ] HBeAg [ 14 (245 HBeAg B 1 &
HABEAE HBeAg FHT: NA VAIT 5 HBeAg F5B1) &35 70 k% NAs 3R I Peg-1IFN ZHF14k 4L NAs .24
WIT4; R Peg-IFN 16/ 48 &, 5254k 8:0615 24 i, WL 72 I W4 HBsAg #1243 5] )y 37.4%
A1 1.9%; Wizl HBsAQ IMLiE S HE B R 5N 29.7%. 0.0%; PiZHiE) HBsAg B3 . MiEH R 2 7
BABESUEE L LT ASRRAT NAs 263135050 % 35 I N Peg-IFN BB F|T- CHB &%
31T HBsAQ T5 FRELIMLIE 74, $2m CHB B G RIA B2,

3.2. HBeAg FHM CHB BEET Peg-IFNa AT IR

5 HBeAg BT CHB &30, fpiiaEgHEsE, HBeAg BATE CHB S FIRE 1 1k NAS BB R I16YT
[FFE A S H Peg-IFNa LR ERAYT » A KEHT 5 R Y] HBeAg FHME CHB ¥ 2T Peg-IFNa HI/RFE/T
AT o Li [7]550 R N T2 B R H(ETV)IGIT(H HBeAg AKRi%#t CHB 3%, INEXS Peg-IFNa %
TBIT HL4R B ETV 25367 6 S 1 HBeAg LG F F5 # 22 F1 HBsAg % [91%.. [FIFERT, Huang [8]5:HF 7T
AN NAs 296 53815 HBV DNA #iii] H HBsAg 7K°F> < 2000 IU/mL [ HBeAg FH1%: CHB &%, #tH
Peg-1FNa Y697 P 345 51 = 1) HBsAg F MG 26 4. jeAth, BEAE—DiZ bl FTBEMERTSE[91 A
PPl Peg-IFNa-2b INE LR & 8T BE(TDF) RI40H - EMELNH4E 7% 5l A T (GM-CSF) 1 Z AT % 7%
H4T HBsAg # IR IIMEH, 455 BR Peg-IFNa-2b B4 TDF. GM-CSF I Z BT 4 B Wi E HBeAg FHPE
¥16 CHB i (1) HBsAg % 17 TH H AL T Peg-1IFNa-2b B4 TDF. 1 Xu ZE[10]HI XL 0 FBEPERT 58
RIL HBeAg FHIEYIURIRYT CHB &35 N FH Peg-IFN V697 12~24 Ji R K A9 85 5 B EF I 7 5N FH NAS 1697
bb 4k 2 Peg-1FNa BLZ576 9T 1) HBsAQ T B&/K-F R 3, JAIT 45 A HBsAg /K°F < 100 1U/mL [ & 4 b
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HZ. LLEHRIRY NAs 2836 5 R 3T HBeAg 4 BIE NAs 2836 Ja i s IR TR T IR . BK/K-T- HBsAg
BETERZET Peg-IFNa FURRFIAR YT 5K, S PURRHT G 1BRIGKRIGE.

3.3. IHC BE ATV EMRETIMR

3.3.1. IHC BEMRBEHYMTRHLEY

AR IHC B 25 FHEYUHREHRIT 2 H AT CHB 87 IO ME s RS in) 8. BEAE O 2 U 72 [11] [12]
[13] [14] 27~ 3R 13 HBeAg ILIE 2= 4 #e i A8 IHC 2 [ RF A, 7 14%~24%I1 IHC &35 7] Bt & 4 HBeAg
B CHB i35, 1 20%ii 7% 5 HBeAg B CHB. FF HAEK AR Ui iff 7T [15] 1 A3 —# 70 1 IHC B3
SRAETREE . AR OKFI — IR 7 [161%F 79 ] IHC B HEATRE U R B 29%1) IHC BEHEE AN
HBV DNA > 2000 IU/mL H)iGshPRAS . LA T3-S IHC 83 AR T 5 2 Fee A 28 52 R 1R IXURG:
He BAN TR AR IR F[12] K P 40 BI3R1S HBeAg i #4645 o IHC st s, 7 4 IHC 7£
HBeAg [MILif 4 il A FFREL A7 TE . 15%I1 IHC 78R U7 1A & B SERFIEAE SSIET:, B 5% ¥ kA&
ARG AL T BRIk, 1HC B RIARBGAT UM BIRYT, AU M IHC B K TS -

3.3.2. IHC BEET Peg-IFN ;AT

H B A 2 T FOIESE IHC 88 251 Peg-IFNo AT J I PRVA 25 15 . 41 Li [17]45 B TUAH AN HBsAg <
200 1U/mL g 174 5] IHCs, Jerpinyr 21.(84 44 58 3) 45 T 96 J Peg-1IFN Ui #E 1597 , iR )7 45 AU W41 HBsAg
TR N 57.69%- 2.27%, 6774l HBsAg FFHR & m T RIBIT 4l Jhiasrdl HBsAQ i ¥4
ik 55.13%, i ARIAIT A TCEE KAE HBsAg LiE %4k, R HBsAg < 200 1U/mL ] IHC T
Peg-IFN T IR ARG 2 . 534k Ning [18]% A 78 [FIFE s IHC B # Z2ET Peg-IFNa 167111 HBsAg
TERRRE 45%; I H R HBsAg /K-FERf%, HBsAQ i& bR im; I UL IHC B 2T Peg-IFNo J7 20 3% o
Zeng [19]5F M — DR SLt 5. 2t AEBEALIIET 7 278 HBsAg 7K < 20 IU/mL [#) IHC #4252 5 1
) Peg-1FNa-2b J677 ] 3K 15 =ik 93.8%[H) HBsAQ TE R % . B4 AR [20] 550 7 [ A 4 tH HBSAg 7K AK I
IHC & % Peg-IFNa-2b JA7T 24 Ji, HBsAg 15 kR 1A 83.3%. DL LW 5T 45 R IHC BT Peg-IFNa
1GIT HBSAQ iR & . 45 FITIR, IHC BEEET Peg-IFNa 1877 AT 3435w I R 6 SR IEHE &+ F
w, NS ARG R, UETEZ EERAE, BHET RS IEEARHRR . R A X IHC &
EPURTEIRTT JE IR I PRI I S B R AR A 7R — B M AL

3.4. REMZHABENERRIGK S HANBES R

2022 “EE AR (CHB BiiR4Er) [2]38 Hx T18 1 HBeAg BRI B (AR Fe s i 52 1), 2 ile
R I 75 2 P AR A0 J S TS AR A A, DB TS AU A . R A PUR IR T IR AT,
IS K B JE BIRTT o

AL, 2022 FEEPMRR (CHB Biiaare) [215H8E HBV YL [ 4R st 43 HI7E 2019 AR AL ait F gk
17T, HBEA IHC 38 0 R oy “ARTE3NIH 7 EHiE A HBsAg < 1000 1U/mL, HBV DNA [¥]
P, ALT < IEFE FIR, HBeAg MIt, TBUCHRERIE, "I HANFRRERAHEN. FERx—0 AR
' HBV DNA FHf%, H<2000 1U/mL B EE B HEES] “AE” o g “AiEil” IR —Alsr
(IR, T e DA B 23 1, BTGV A 48 315 DY A PR 73 3R rh AT AT — HAR 2 1% HBV e .

AR, A R1B M HBV YL IR 7 “ ANt e 17 S5 HAE DS 7% 8T 22 . Chen [21]5F 0t 72
S3HT T ANE HBV YL (IR R 0 AR, 45 B EoR 36.000 /0 8 4 T Ao 2 ], 483t 50%I0 AN 2 3] 2
EAPAER E A RIE(G > 2), 1T S0%MIAH & M B FH A7 e S A4S >2), HP G=3 M S>3 1)
LB . Wang [22]5F WA 78RR R BLE 14 118 HE HBV B B3 kb T ANH 1, 8 70%M)AHi &
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WS HBV Y B A7 5 B2 A 2V, TR 2 HBeAg P Kt ifn g I i 1) 58 K () HBeAg FH A
T M M HBV JE G 23 e b J U 5 v . LA R 75 36 B AN 8 1184 HBV R S AP 7RI
BT FE . Rl Tan 28[23]AF 7o, A E B8 HBV & 4x 84 (1 T 41 e (Hepatocellular
Carcinoma, HCC) X\ & JE3G Zh AR 2 11 14 5. I Liu [24] (5582525 0 MR 9T T AHi o B0 S ifi s 312
£ HBV I G 1) HCC JAUK: Sz HBSAg A= 38, 45 53R AN 2 HA AR 25 1) HCC R % i, JUHJZE HBeAg
BN A, BN E R E K E K HBsAg iGMEEK. Ul EHRERE) 1/4~1/3 Hfg1%: HBV
JRGE A T AR, BN SRS AR LRI s e I AR ) HBsAg H 2RISR . LAk,
i H SEE ) — 10 2 AU A ST [25]1 3l T U ERIR T S A E e HBV IR 1) HCC KUK 2 8] )26
R, SRR PUREIRIT DB A E IR HBV Y B ) HCC R PRI 70%. X5 Filt—54 K
CHB JAYTHRIE R A BB R . (H HATAL T A0 e gt HBV IR 2 BT Hii 20 T B A 4
Wo HH, AFRAHTHEIE HBY KB E I T Peg-IFN HURFR AT HI LTI A . B, IR A
18 YE HBV IR YL 1B 2 Je R 2 B AR BT B0 7T« 09T 5 KIS 7 i 75 7 58 2 AH G Fi ok
R E5RIF .

4. Peg-IFN Infm BT RTE
4.1. HBsAg SERGIH A4 TF

I R VA A AT 2 [ P9 S8 B HERE 1) CHB S35 Huis 28 107 S HRAE 1 H A o I PR VA A 1 15 A Bz 3R o
IR TV BB SR R . I3 Song [26]45 (K 2525 0 Mt /R AR e K~F I BE VT IR W) 24 9.58 AREMIIA], B K TE
HBsAQ 1% B 41 NA 1597 F13E T Peg-IFNa J677 3515 HBsAQ 75 PR 41 K B & 253 i 4 4.08%-.5.79% 11 6.12%;
I HSHERFTRENZ R, RY) CHB B T M 7 2RI KA &5, B R RS RAC B R ATE A
[FIREE S Li [27155 (¥ — ST R B PEBI FE 0 $2 52 IFNa 5125 BIEC & NA TR TT J5 3845 HBsAQ 1E BRI 172 ) HBeAg
FATE CHB S8 B 48 J, 45 B B Kilr 86.63% (149/172) ) & 4R b T HBsAg & KR4, % ] HBsAg
THER IR AN R AT

4.2. FFELE HCC FRRBHLERER

PUREEIRTT 1Y H = R FE A BRI B S, R A P 98 R R B B T AR A 4k 4H 2R 2k
TEGZ AR D RE R . AL AR . HCC FHAh IR ARRE I R A, B B ARG B, e K AR AR I
[E][2]. 3T, Lin [28]1% Nt T 852 PUi 81697 FIRZIRIT I CHB B HCC RAE K RINBZIRIT
f) ) HCC AR XUy b R 4232 V6 T B PR AR 40%~60%, H.3232 3T IFNa VAT L NAs Bzh 597 HCC
R RS BEAIG o JiR DRI AT B2 IFN E FRAIK HBsAg 7K J7 AR T- NAs, B2 IFN 697 AT il HBsAg fiE %,
oy A AR IR IRVA ARG IRIA Rk HCC R AR S AR [29]. RIRERT, HE &M —I
5] P AF 7 [30] & BAH EL T NAs, Peg-IFNa 7ETiF5 CHB A% HCC HTH A % . b4, Ren ZE[31]HIHF
FLIRVE T T HeZ BUREEIRIT AL TANF HCC KR CHB S 1 HCC RAEEHL, KIET IFN 1)
BITIERE IR f& CHB &3 K A4E HBV AHO% HCC J5 AR T NAs. 1fi Li [32]55 1) —IiKik 5 4F (g2
FAFI I 7838 %5 #52 ETV A Peg-IFN Y597 ) HBeAg FAE CHB & (@ A B 4k R A TS EL i R IR,
Peg-IFN 7ETf7 HBeAg FH1E CHB & A R FAF T HEA T ETV. £5 Lk, X2 HUREEITH CHB
BEME, 7T Peg-IFN VA I7 1E K HBV AHCA R FH 4R R AT HCC KA T THEAR T NAs.

5. INERREE
18 VE HBV YL 3L T Peg-IFN J597 7E HBeAg FHPE B CHB B3 vhy7 RU R 4T, L H SRR A N
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PR T B IIE RZCH - 5T Peg-IFN VAT SRS AMEA Bh T CHB 38 3R18 B S il AR VA &k HRFA
PEAE, 1 H AT 2> HCC Z8 HBV M AN R FH4E K AE R XS . B IHC B34 3E T Peg-IFN 1677 W 3R 15 5
FII R VA R R YE O+ F &, (BA 2% IHC B E WPURERIRIT F8 1E Az B a3 470 7 38 2 B 50 SR AE B«

SEAh, N TR 2 R TE HBY R AT

mARE R, SESRBRIERE, SR S PR S AN e R
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